INTRODUCTION {#sec1-1}
============

Acute aortic dissection is a life-threatening disease that requires immediate surgical intervention.\[[@ref1][@ref2]\] Acute aortic dissection in pregnancy is rare and carries high risk for both mother and the fetus.\[[@ref3]\] Acute aortic dissection mainly affects patients older than 50 years. It has been estimated that mortality approaches 1% per hour in the first 48 h and exceeds 80% during the 1^st^ month.\[[@ref4]\] In a study done by Immer *et al*.,\[[@ref2]\] more than 50% of pregnant patients with aortic dissection had Marfan syndrome. Even in the absence of risk factors, aortic dissection needs to be considered when evaluating the syncope in a pregnant patient.\[[@ref2]\] Diagnosis of this rare but potentially curable condition is difficult. Mortality occurs when diagnosis is delayed. Here, we describe a case of dissecting aortic aneurysm in a pregnant woman.

CASE REPORT {#sec1-2}
===========

A 38-year-old, elderly Indian primigravida was referred and underwent ultrasonography (USG) where she was found to have a severe oligohydramnios. The patient had a history of amenorrhea of 6 months and married life of 5 years. Her menstrual history was irregular, and her last menstrual period was not known. Her history indicated dyspnea on moderate exertion and chest pain off and on. There was no significant medical history otherwise. The patient had undergone laparoscopic ovarian cystectomy and infertility treatment about 1-year previously, but detail records were not available. There was no family history of diabetes mellitus, hypertension, and any genetic illness. The patient did not have any side effect with any drug.

There were no symptoms of Marfan-like syndrome or any other dysmorphology. Her gait was normal; pallor was present; clubbing, icterus and cyanosis were absent. Oral hygiene was well-maintained. Neck glands were not palpable, and jugular venous pressure was normal. Pulse rate was 82/minute, irregular, with no radio-femoral delay. Blood pressure (BP) was 150/100 mmHg in right arm supine position. Respiratory rate was 16/min. On cardiovascular examination, we observed apex beat in 4^th^ intercostal space, grade 3 pansystolic murmur over mitral area radiating to aortic area. Chest examination was clear, and no added sounds were observed. No organomegaly except gravid uterus was present during abdominal examination. The size of uterus was 20-22 weeks and fetal heart sounds were present.

The patient was Rhesus negative and Hb was 12 gm%. Complete blood count, thyroid, and coagulation profile were within normal limits. Electrocardiogram (ECG) showed multiple ectopic beats pre-mature ventricular contractions. On two-dimensional echocardiography, dilated cardiomyopathy with concentric left ventricular hypertrophy, mitral regurgitation, tricuspid regurgitation, and aortic regurgitation were observed. Aortic root diameter was 4 cm and left ventricular ejection fraction was 40-45%. The repeat USG showed 25 weeks 4 days fetus with severe oligohydramnios and intrauterine growth restriction with amniotic fluid index 1-2 cm. Fetal targeted scan found no anomaly.

Cardiologist opinion was taken and the patient was put on antihypertensive therapy. Two days later, the patient had a sudden onset of inter-scapular back pain and chest pain. Vitals were stable and ECG was done immediately and was same. The patient was kept under close observation. On the same day evening, patient suddenly had dyspnoea with chest discomfort. On examination, there was pallor +++, no cyanosis, SpO~2~- was 70%, BP - 90/60 mm Hg, Pulse - 104/m irregular. Respiratory Rate (RR) - 22/m, decreased B/L lung air entry, cardiovascular system-pansystolic murmur was present. Hemoglobin level had fallen to 6 gm%. ECG showed ST depression and sinus tachycardia. Chest X-ray showed a huge collection of fluid in the pleural cavity. USG of chest showed B/L moderate pleural effusion.

X-ray of the chest showed an obliteration of costophrenic angle with a moderate bilateral collection of fluid in pleural cavity, with tracheal shift to right. Repeat obstetric USG showed 26-week single intrauterine fetus in the transverse lie with no cardiac activity. Immediately USG-guided intercostal drain was inserted on the left side of the chest and around 2 liters of frank hemorrhagic fluid were drained from thorax. Cytology of the pleural fluid was found to be exudative.

The chest computed tomography showed a large amount of left hemothorax and mediastinal hematoma with aortic dissection involving the descending thoracic and abdominal aorta (Stanford Type B) with focal tubular outpouching of contrast in mediastinum at the origin of aortic dissection. This was suggestive of aortic contrast extravasation that is Ruptured Aortic Dissection \[[Figure 1](#F1){ref-type="fig"}\]. An underlying collapsed consolidation of the entire left lung was seen. There were cardiomegaly and a small fusiform aneurysm, 2.5 cm long segment with a diameter of 1.6 cm of the left subclavian artery was present. In the Intensive Care Unit, the patient received 4 units of blood transfusion. On stabilization of vitals, obstetric hysterotomy was done under epidural and local anesthesia. A dead fetus of around 800 g was delivered. Placental weight was 150 g. Intraoperative and postoperative period was uneventful except for fever. On the 8^th^ postoperative day, there was complete stitch removal. The patient was followed up 15 days later and was found to be normal.

![Axial contrast CT. Thorax study showed dissection of the arch and descending aorta extending inferiorly up to the abdominal aorta with left hemothorax and hemomediastinum and collapse of the underlying lung (a and b). Contrast opacified outpouching arising from the inferior arch of the aorta and opposite to subclavian origin (c)](SJMMS-4-29-g001){#F1}

DISCUSSION {#sec1-3}
==========

Aortic dissection occurs when there is a tear in the inner muscle wall lining of the aorta allowing blood to split the muscle layers of the aortic wall apart. While there have been different historic classifications of aortic dissection, the Stanford classification is now the most commonly used. Type A dissections involve the ascending aorta, and arch and Type B involves the descending aorta.\[[@ref5]\] Dissection of the aorta is characteristically a disease associated with multiple risk factors and is very rare in young women under the age of 40 years.\[[@ref6]\] Common causes for aortic dissection are high BP (over 70%), bicuspid aortic valve, Marfan syndrome, Ehlers-Danlos syndrome, Turner syndrome, syphilis, cocaine addiction, pregnancy (mostly during the third trimester), trauma, and surgical complications.\[[@ref7]\] Although the clinical manifestations of acute aortic dissection are well-described, the diagnosis is often overlooked. A study over a 27-year period showed that there was a misdiagnosis of 85% of patients presenting with acute dissection.\[[@ref8]\]

A review of the International Registry of Acute Aortic Dissection showed that only 2 out of 346 women were pregnant. The most common risk factors for women were older age and chronic hypertension.\[[@ref9]\] Aortic dissection in pregnancy occurs most commonly in the third trimester. Pregnancy is the period of maximum hyper- hemodynamic stress. During this period, there is maximal increase in heart rate, stroke volume, cardiac output, and in left ventricular wall mass and end-diastolic dimension. In addition, estrogen inhibits collagen and elastin deposition in the aorta while progestogen accelerates deposition of noncollagen proteins in the aorta. These hormonal effects lead to a fragmentation of the reticulin fibers diminished the amount of acid mucopolysaccharides and favored loss of the normal corrugation of the elastic fibers. Therefore, both hemodynamic and hormonal mechanisms increase the susceptibility to dissection in pregnant women.

The mortality rate of aortic rupture is up to 80%, and 50% of these patients die before reaching the hospital. Overall for both types of aortic dissection the survival rate is 10 years for more than 60%.

Type A aortic dissections of the ascending aorta require surgery as the treatment of choice. The area of the aorta that is damaged is replaced with an artificial graft. Medical management (nonsurgical) is usually preferred for Type B dissection of the descending aorta.\[[@ref7]\] Medications are prescribed aggressively to control high BP (beta blockers) and to prevent further dissection and aortic injury.

CONCLUSION {#sec1-4}
==========

Normal-sized patients with an aortic root size of more than 4 cm or an increase of aortic root size during pregnancy are at high risk for aortic dissection mainly in the third trimester. If possible, surgical repair of the enlarged aortic root should be done prepartum. In patients in whom the diagnosis of an enlarged aortic root is made during pregnancy, a close echocardiographic follow-up (4-6 weeks) is mandatory.
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